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Correlation analysis of renal function and cortisol levels in patients with chronic kidney disease 3 to 5 stage”
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Abstract:Objective To investigate the correlation between renal function and cortisol (COR) levels in
patients with chronic kidney disease (CKD) 3 to 5 stage. Methods From January 2018 to June 2019,96 pa-
tients with CKD 3 to 5 stage treated in the hospital were selected as CKD group,including 20 patients in CKD
3 stage group,16 patients in CKD 4 stage group and 60 patients in CKD 5 stage group. Thirty-four healthy
people accepted health examination in the same period were selected as the control group. The levels of COR,
adrenocorticotropic hormone(ACTH) , Urea,serum creatinine (Scr) ,lactate dehydrogenase (LDH) ,total pro-
tein (TP) ,albumin (Alb), total cholesterol (TC), triacylglycerol (TG), estimated glomerular filtration rate
(eGFR) were compared between the CKD group and control group;the levels of the above indicators were
compared between the CKD 3 to 5 stage group and control group;Pearson correlation was used to analyze the
correlation between COR level and eGFR level. Results The levels of COR,ACTH,Scr,Urea and LDH in the
CKD group were higher than those in the control group (P <C0. 05),and the levels of eGFR and Alb in the
CKD group were lower than those in the control group (P<C0. 05) ;there was no significant difference in TP,
TC and TG levels between the two groups (P >>0.05). The levels of COR,ACTH,Scr and Urea in the CKD 3
to 5 stage group were higher than those in the control group (P<C0. 05),and the level of eGFR in the CKD 3
to 5 stage group was lower than that in the control group (P <C0. 05). With the decreased of renal function, the
levels of COR,Scr and Urea increased gradually (P <C0. 05). There was a negative correlation between COR
level and eGFR level (=—0.591, P <C0. 001). Conclusion COR level in patients with CKD 3 to 5 stage is

changed,and with the decrease of renal function, COR level gradually increase.
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2.1 CKD#H5XMAKIRAKFELE CKD4A
COR.ACTH, Scr, Urea, LDH 7K V- ¥ & T % B8 41 .
eGFR.AIb KM TX 4. 2R AR ITFE X
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*x1 CKD 53t BAKIEBIRKF L&

. COR ACTH Urea eGFR
45 " (x£s,pg/dl) [M(P ;. P50 . pg/mL] [M(P 5, P45 s pmol /L] [M(P 5 . P;5) smmol/L] [M(P 5, Py5) mL/(min « 1.73 m®)]
pORilis:ik 34 7.19+2.15 13.35(9.44,16.88) 53.50(48.75,69.25) 4.81(4.07,5.51) 108.9(96.31,115.53)
CKD 4 96 18.04+6, 24 28.54(22.60,46.58) 494.00(290.00,825. 75) 15.03(13.13,21.66) 11.19(5.47,24.35)
t/Z —14.744 —7.184 —8.647 —8.646 —8.646
P <0. 001 <<0.001 <<0. 001 <<0. 001 <<0. 001
) TP Alb TC TG LDH
a7 " [MP,. P, .g/L] [M(P,. P, .g/L] [M(P,.,P,) ,mmol/L]  [M(P, ,P,),mmol/L] M, P, U/L]
X B 34 66.86(61.85,71.50) 41.60(38.55,43.75) 4.15(3.74,5.60) 1.65(1.17,2.21) 208.50(191.00,228.00)
CKD 41 96 63.05(56.28,70.85) 37.58(33.13,41.55) 4.17(3.62,5.08) 1.43(0.90.2.02) 262.00(203. 00,283, 00)
t/7Z —1.938 —3.039 —0.739 —1.452 —2.883
P 0.053 0.002 0. 460 0.146 0.040
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4 " (T +s.pg/dL) [M(P,; ,P;5).pg/ml] [M(P; ,P5) .pmol/ L] [M(P,; ,P:) .mmol/L] [M(P,. ,P,)»mL/ (min * 1.73 m?)]
Xt R4 34 7.1942.15 13.35(9. 44,16. 88) 53.50(48, 75,69. 25) 4,81(4,07.5.51) 108. 9(96. 31,115, 53)
CKD3 i1 20 11.55+3.927 20.83(17.72,53.87) 195. 50(148. 00,213. 00) 8.80(7.45,9.68) 46.57(38.14,54.96) 7
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X HR 4 34 66. 86(61. 85,71. 50) 41, 60(38. 55,43. 75) 4.15(3. 74,5. 60) 1.65(1.17,2.21) 208. 50(191. 00,228. 00)
CKD3 141 20 69. 50(63.40,76. 80) 40. 60(38.20,47.10) 4.48(3.49.5.24) 1.56(1.20,1. 93) 203.00(179. 00,232. 00)
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